Our original paper (Clements, Rose, & Tiunova, case that ethanol or PEG affects either learning or retention, but we were not testing for this, and the 1995) reported that, in contrast to earlier claims by Deyo and his colleagues (e.g., Deyo, Panskepp, & levels of retention we report in Table 1 of our paper do not support this hypothesis. Deyo wishes to comConner, 1990), we were unable to find any enhancing or amnestic effects of three L-type calcium channel pare the control values in our Table 1 with those shown for the conotoxin experiments (which reblockers, whether injected intracerebrally or intraperitoneally, and tested in three early learning tasks quired saline alone for the injections) in Fig. 2 . The control avoidances in Fig. 2 range between 71 and in the chick. We used two versions of the one-trial passive avoidance task, the first a ''strong'' version 76%, while in Table 1 , with different batches of chicks, they fell between 58 and 73%. As Deyo designed to test for potential amnestic effects and the second a ''weak'' version enabling us to test for knows, chicks do show considerable interhatch variation, and it is therefore quite illegitimate, as well potential enhancing effects of the blockers. The Ltype channel blocker nifedipine was also without efas irrelevant, to attempt to draw meaning from comparison of the control values in the two sets of data, fect in a third, visual discrimination, ''bead floor'' task analogous to that used by Deyo. By contrast, we drawn as they are from different hatches of birds and performed at very different times. found the N-type channel blocker v-conotoxin GVIA was amnestic for the strong version of the passive We disagree that this trivial difference may have affected our unequivocal failure to find an effect of avoidance and reduced acquisition rate in the visual discrimination task.
the dihydropyridines in either the strong or the weak version of the passive avoidance task. We do, howDeyo now challenges these conclusions, arguing that we have made a number of methodological and ever, agree both that there is a misprint in Table 2 (where an n of 18 is misreported as an n of 16) and statistical errors. Our method involved, for each drug and condition, comparing avoidance (retention) that when nifedipine is given at 10 nmol ic 30 min before training, the 20% increase in retention we scores in chicks injected with the drug with those in chicks injected with vehicle alone. Because nifedireport is indeed significant by x 2 . This small increase occurred in the paradigm designed to test for amnespine and nimodipine are relatively insoluble in 0.9% saline, solubility was ensured by adding either 1% tic rather than enhancing effects of the drug, and, as we report, there was no increase in retention when ethanol (for intracerebral injections) or 10% PEG 400 (for intraperitoneal injections). Similar concenexactly the same injection time and dose of nifedipine were employed in the weak learning paradigm. trations were present in the vehicle-alone-injected birds. Deyo argues that because these soluents may
The data for the 30-min time point in the strong learning case reported in Table 1 were combined themselves have had effects on retention, the conclusion that the L-type channel blockers are ineffective from several experiments, which is why the n's are so large (86 and 84, respectively, for controls and may be invalid. But in no case (with one exception referred to below) was there any difference between experimentals). We have reanalyzed each individual replication, involving around 20 animals in each the drug-injected and the control animals, and the levels of retention we found in the controls were well condition in each replication, and in no case is there a statistically significant difference between the within the normal range. It may of course be the
